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SUPPLEMENTAL METHODS
Hypothalamic-pituitary-adrenal (HPA) Axis Assessment. Plasma corticosterone was assessed at baseline and after 15-min acute restraint stress in a 50 ml conical tube. Restraint was initiated between 2-3 h after lights-on. Blood was collected into EDTA-containing tubes via tail nick at 0, 15, 30, and 120 min after onset of restraint, centrifuged, and plasma stored at -80 C. Plasma corticosterone was quantified in duplicate by radioimmunoassay (MP Biomedicals, Santa Ana, CA).
Prepulse Inhibition of Acoustic Startle (PPI). PPI was recorded in SR-LAB startle chambers
(San Diego Instruments, San Diego, CA) between 2-6 h after lights-off as described (1 Fetal Brain Metabolomics. Flash frozen E17.5 whole brains were pulverized to a fine powder over liquid nitrogen and sample weights recorded. Lipids and fatty acids were extracted as described (5), and shipped on dry ice to the University of Pennsylvania Diabetes Research Center/Princeton University Metabolomics Core for quantification by LC/MS as described (5; 6). 
Placenta Biogenic Amines.
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